Introduction
reported that a significant excess of blood group 0 was found among patients and staff members of a Liverpool haemodialysis unit involved in a severe outbreak (45 cases) of serum hepatitis. They also found that the more severe cases were almost exclusively of group 0, and suggested that the ABO factor may be important in the genesis of serum hepatitis. Similar data, though statistically not significant, were recently reported from Czechoslovakia in a series of 440 patients with a past history of viral hepatitis (Vesely, 1969) . A reverse relationship, an excess of blood group A and deficiency of group 0, was described by Zuckerman and McDonald (1963) Group 3 consisted of 170 mentally retarded patients who were carriers of the SH antigen-52 were detected during a study at the Suffolk State School, New York ) and 118 during a study at the Wassaic State School, New York . All of these patients were long-term chronic antigen carriers, and about one-half showed biochemical signs of chronic active hepatitis.
Group 4 consisted of 945 mentally retarded residents of the Wassaic State School in whom SH antigen was not detected. This sample, which had been drawn for other study purposes, was representative of the entire school population and was matched with the patients in group 3 according to race, sex, mental diagnosis, and I.Q. In both groups 12% of patients had a past history of overt viral hepatitis. Of these residents 97% showed S.G.P.T. values below 30 units.
Sera were tested for SH antigen by both the Ouchterlony gel diffusion (Prince, 1968) and the high-voltage immunoelectro-osmophoresis (Prince and Burke, 1970) techniques.
Results
In both the donor series and the mentally retarded series the ABO blood distribution was exactly or almost exactly the same in carriers of the SH antigen and in non-carriers (Table I) (Allen and Sayman, 1962) , Japan (587 patients) (Shimada et al., 1965) , and Poland (70 patients) (Szmuness et al., 1966 
